ABSTRACT

BACKGROUND: Bitemporal hair loss can be a
diagnostic challenge because several entities may
affect this region of the scalp, including both scarring
and nonscarring conditions. Although traction
alopecia is the most common cause of bitemporal
hair loss, no studies to date have outlined all of

the potential causes. OBJECTIVE: We sought to
review nonscarring and scarring conditions that
have a clinical presentation of bitemporal hair loss,
including traction alopecia, telogen effluvium,
female pattern hair loss, frontal fibrosing alopecia,
central centrifugal cicatricial alopecia, and seborrheic
dermatitis. METHODS: A Google Scholar and
PubMed literature search were conducted for this
review. The keywords used in the search included the

"

following: “traction alopecia’, “telogen effluvium’,

"

“androgenic alopecia”, “androgenetic alopecia’,

",

“female pattern hair loss’, “alopecia areata”, “frontal
fibrosing alopecia’, “central centrifugal cicatricial
alopecia’, and “seborrheic dermatitis”. The scope of
our search included all research articles published
from 1957 to February 2019. In total, 94 articles
regarding non-scarring and scarring hair loss were
selected and included according to topic relevance.
Exclusion criteria included articles that did not
address the epidemiology and/or clinicopathologic
or dermatoscopic findings of non-scarring and
scarring forms of alopecia. Inclusion criteria included
articles that addressed a clinical presentation of
bitemporal hair loss; or addressed epidemiology,
clinical presentation, dermatoscopic findings, and/
or treatment. RESULTS: Bitemporal hair loss is a
common and often distressing condition with a
broad differential. CONCLUSION: Clinicians must be
aware of the potential causes of bitemporal hair loss.
Prompt diagnosis is essential to prevent further hair
loss, especially in scarring conditions.

KEY WORDS: Bitemporal, alopecia, traction,
telogen effluvium, female pattern hair loss, alopecia
areata, frontal fibrosing alopecia, central centrifugal
cicatricial alopecia

JCAD

Bitemporal Scalp Hair Loss:
Differential Diagnosis of
Nonscarring and Scarring

Conditions

by BRIANNA DE SOUZA, MD; ANDREA TOVAR-GARZA, MD;
LAURA N. UWAKWE, MD; and AMY MCMICHAEL, MD

All authors are with the Department of Dermatology at Wake Forest University School of Medicine in Winston-Salem, North

Carolina.

JClin Aesthet Dermatol. 2021;14(2):26-33.

Hair loss, or alopecia, is a common condition
that is seen in both men and women, affecting
patients of all racial and ethnic backgrounds.

It has a negative impact on the majority of
affected individuals, with 75 percent of patients
demonstrating low self-esteem and 50 percent
experiencing social problems." Often, the clinical
severity does not reliably predict the quality of
life in patients with alopecia; therefore, prompt
diagnosis is essential when managing any type
of hair loss.2

Bitemporal hair loss is a common finding
in clinical practice and demands thorough
evaluation. Accurate diagnosis requires detailed
medical history, grooming practices, physical
examination, dermatoscopic evaluation, and
sometimes histopathologic evaluation. Clinicians
should be aware that normal variants existin a
natural hairline, as such measurements of the
frontotemporal scalp are a critical part of the
diagnosis.> The purpose of this review is to outline
the clinical, dermatoscopic, and histopathological
characteristics of different types of alopecia
that may dlinically present with hair loss in the
bilateral temporal scalp.

METHODS

A Google Scholar and PubMed literature
search were conducted for this review. The
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keywords used in the search included the

7,

following: “traction alopecia’, “telogen effluvium’,

",

“androgenic alopecia’, “androgenetic alopecia’,

.

“female pattern hair loss’, “alopecia areata’,
“frontal fibrosing alopecia’, “central centrifugal
cicatricial alopecia’, and “seborrheic dermatitis”.
The scope of our search included all research
articles published from 1957 to February 2019.
In total, 94 articles regarding non-scarring and
scarring hair loss were selected and included
according to topic relevance. Exclusion criteria
included articles that did not address the
epidemiology and/or clinicopathologic or
dermatoscopic findings of non-scarring and
scarring forms of alopecia. Inclusion criteria
included articles that addressed a clinical
presentation of bitemporal hair loss; or
addressed epidemiology, clinical presentation,
dermatoscopic findings, and/or treatment.

RESULTS

Traction alopecia. Traction alopecia is a
kind of hair loss caused by prolonged tension
to the hair, originally described in Greenland
girls in 1957.*This type of alopecia is typically
nonscarring; however, prolonged trauma may
lead to a scarring hair loss.

TA is mainly characterized by symmetrical loss
and thinning of hair along the frontotemporal

DISCLOSURES: The authors report no conflicts of interest relevant to the content of this article.
CORRESPONDENCE: Brianna De Souza, MD; Email: briannadesouza@yahoo.com



margins, though any area of the scalp can

be affected. This condition is commonly seen

in African-American women and children in
association with the use of tight braids, dread-
locks, and ponytails.® Yet, traction alopecia is not
exclusive to African-Americans; it can occur in
patients of varying racial and ethnic backgrounds
and is dependent on individual hair styling. For
example, Japanese patients can develop a form
of traction alopecia known as alopecia atrophic
symmetrica temporalis following repeated use
of traditional Japanese hairstyles. Therefore,

a detailed history of traction-related hair care
practices is essential for the diagnosis.

The earliest clinical signs in traction alopecia
are perifollicular erythema and pruritus, though
papules and pustules may be present.” The
fringe sign was described by Samrao et al® and
is characterized by the presence of retained
hairs along the frontal and/or temporal hairline,
and has a high sensitivity and specificity for
both early- and late-stage traction alopecia®
(Figure 1). Traction alopecia in the occipital scalp
is commonly seen in patients who wear tight
chignon or buns.? Hair pull test can be positive in
active disease.

Dermatoscopic signs of traction alopecia
include reduced hair density with/without the
absence of follicular openings and numerous hair
casts, especially at the periphery of the patch.™
Hair casts are a sign of ongoing traction and are
present in more than 80 percent of patients with
tight hairstyles.” " Less than 20-percent hair
variability may be present. Other dermatoscopic
findings include black dots, yellow dots, atypical
red vessels, and broken hairs.™

(linical-pathological correlation is essential
in traction alopecia. Increased numbers of
telogen and catagen hairs, trichomalacia, and
normal number of terminal hairs characterize
early stages of traction alopecia. The decrease
in terminal hairs, which are replaced by fibrous
tracts, vellus hairs, and retained sebaceous
glands, is seen in the late stages.” Transverse
sections may aid in the quantitative assessment
of vellus hairs, which can help to differentiate
from primary cicatricial alopecia.'

Early education on appropriate hairstyling
(i.e., use loose hairstyles, avoid tension) is
essential to any treatment plan and may help to
prevent late-stage disease. Oral antibiotics and
intralesional triamcinolone are recommended
by some authors to decrease the perifollicular
inflammation in early stages.” Topical 2%

FIGURE 1. Classic presentation of traction alopecia
with bitemporal hair loss

minoxidil has shown promising results in a brief
case report, although, in reqular practice, several
authors have recommended minoxidil 5%.”%"
Inlongstanding disease, surgical hair restoration
may be considered.”™

Telogen effluvium. Telogen effluvium is
a nonscarring condition with abnormal hair
cycling, which causes excessive loss of telogen
hairs. Common causes of telogen effluvium
include malnutrition, thyroid disease, iron
deficiency, drugs, chronic renal failure, early
androgenetic alopecia, telogen gravidarium, and
other systemic conditions that have a physiologic
impact on the body. Patients should be evaluated
for female pattern hair loss (FPHL) given its
clinical similarity to telogen effluvium.

Detailed clinical history is essential for
diagnosis; chronology of disease onset and
duration of hair loss is important.” Usually, acute
telogen effluvium is most likely to be related to
a specific trigger; however, in up to 33 percent
of cases, it is possible that no trigger will be
identified.? If the insult is prolonged or recurrent,
then the shedding is considered progressive,
persisting over six months and leading to chronic
telogen effluvium (CTE).

Hair shedding is the main complaintin TE;
individuals usually report a high hair density prior
to onset. Clinical examination usually reveals
bitemporal recession, without involvement of the
central scalp (Figure 2). Hair pull test is strongly
positive in active TE; however, negative pull test
should not exclude telogen effluvium.?

Dermoscopy has a limited diagnostic value
in telogen effluvium. The most common
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FIGURE 2. Bitemporal hair loss in telogen effluvium

FIGURE 3. FPHL in the right temporal scalp

findings include empty hair follicles, single hair
pilosebaceous units, and peripilar sign. However,
these findings are nonspecific for telogen
effluvium. Of note, there are no trichoscopic
differences between the frontal and occipital
scalp, unlike in FPHL.2

Usually, history-taking and clinical
examination are sufficient for diagnosis;
however, scalp biopsy may be necessary. Multiple
horizontal-sectioned scalp biopsies taken from
the vertex are more accurate than a single
biopsy.? The anagen:telogen ratio is 8:1 (vs. 14:1
in the normal scalp). The normal total number
of hairs and the terminal:vellus hairs ratio is, on
average, 8:1 (vs. 1.9:1in FPHL)." However, it is
important to note that the coexistence of telogen
effluvium and FPHL has been reported.?*

To treat telogen effluvium, providers must
address the underlying cause. Secondarily,
patients should be educated on the appropriate
timeline for improvement. Hair shedding can
take 3 to 6 months to cease once the trigger




FIGURE 4. Patchy alopecia areata on the right temporal scalp, pre- and posttreatment

for the condition passes, after which time, hair
regrowth can take 3 to 6 more months and
significant regrowth can take 12 to 18 months to
occur. Topical minoxidil is recommended, as it is
known to prolong the anagen phase.? A recent
study demonstrated significant improvement in
hair loss among 36 women with CTE treated with
oral minoxidil (0.25—5 mq daily).”

FPHL. FPHL is a nonscarring progressive
condition, caused by the miniaturization of hair
follicles and the conversion of terminal hairs
to vellus hairs. These hair follicles have a short
anagen phase, resulting in short and fine hair
shafts.

Three different patterns of FPHL can be
observed. First is the classic diffuse thinning
of the midline scalp, which can be classified
using the Ludwig and Sinclair scale. Second, the
“Christmas tree pattern” described by Olsen,*
is characterized by frontal midline recession
and thinning of the central part of the scalp.
Finally, the third pattern presents as hair
thinning associated with bitemporal recession,
which resembles the classic male pattern hair
loss (MPHL) presentation (Figure 3).2 This
later pattern is less frequent but should be
differentiated from other types of bitemporal
alopecia. The hair pull test is usually negative;
however, it may be positive in the frontal scalp as
compared with in the occipital scalp due to the
shortened hair cycle.

Miniaturization is the most characteristic
sign of FPHL. Peripilar sign has been reported
in previous studies and reflects the presence of
perifollicular inflammation. Yellow dots, which
represent empty follicular ostia filled with sebum
and keratin, have also been described %'
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A previous study aimed at standardizing the
dermatoscopic patterns of 131 female patients
with FPHL established a trichoscopic, diagnostic
tool with 98-percent speificity.” Two major
criteria or one major and two minor criteria are
used to confirm the diagnosis of FPHL. Major
criteria include more than four yellow dots, a
lower average of hair thickness in the frontal
scalp relative to in the occipital scalp, and greater
than 10% of hairs (< 0.003 mm) in the frontal
scalp being thin. Meanwhile, minor criteria
include single-hair pilosebaceous units, vellus
hairs, and perifollicular discoloration. In 2013,
Herskovitz et al” reported that the presence of
more than six vellus hairs in the frontal scalp
(20x magpnification) should be a marker for early
FPHL, despite the absence of other signs.

Histopathologic findings of FPHL include a
decrease in terminal hairs and anagen hairs and
an increase in vellus-like hairs, telogen hairs,
and fibrous residual tracts. Mild perifollicular
inflammation may be present. In horizontal
sections, one may observe diversity in hair
diameter, which reflects follicle miniaturization.*

The only medication approved by the United
States Food and Drug Administration for FPHL is
minoxidil 2% solution or 5% foam. A previous
study reported that the effects of minoxidil 5%
foam were similar to those of 2% solution twice
daily in women.* However, several treatment
alternatives are effective with off-label use for
this condition. Spironolactone is used off-label for
FPHL at a standard dose of 100 to 200mg/day.**
In one study, finasteride (2.5mg given orally) was
shown to be effective in 62 percent of patients
with FPHL.% Several randomized controlled trials
reported some efficacy of low-level light therapy

for FPHL.-% A recent open-label study reported
improvement in hair loss severity among 100
women with FPHL on low-dose oral minoxidil
(0.25mg) and low dose spironolactone (25mg).”

Alopecia areata. Alopecia areata is
an autoimmune disorder characterized by
temporary, abrupt nonscarring hair loss, which
affects two percent of the population at some
point in their lifetime.* More than 70 percent
of individuals experience disease onset hefore
40 years of age and early-onset alopecia areata
is generally characterized as a more severe
subtype.”#

The most common clinical presentation is
well-defined patchy alopecia, although any hair-
bearing area can be affected. Alopecia areata
incognita is a rare presentation of this condition,
which typically presents as a diffuse distribution
with abrupt and intense hair loss. Skin in the
involved area is smooth, sometimes slightly
erythematous; temporal and retroauricular areas
are commonly affected* (Figure 4). Regrowth
usually presents with normal hair thickness
and color; however, initially, fine hair and
nonpigmented hair may be observed. A minority
of patients may progress to full scalp hair loss
(alopecia totalis) or hair loss of all hair-bearing
areas (alopecia universalis). Hair pull test is
generally positive in the edges of the patches
and is a marker of a dystrophic anagen phase.**
Up to 10 to 15 percent of individuals can have
nail involvement, such as fine nail pitting and
trachyonychia.” Patients with severe disease
have a higher risk of nail abnormalities relative to
those with limited patchy hair loss.®

Dermoscopy is a useful tool in alopecia areata
and can aid in differentiating from other hair loss
disorders. The most common features are yellow
dots (present in 64%—94% of individuals), black
dots (44%—70%), exclamation mark hairs (30%—
40%), broken hairs (45%—58%), vellus hairs
(33%—72%), and tapered hairs (12%-42%).%

Trichoscopy is useful in identifying active
disease. Features of active disease include black
dots, exclamation mark hairs, and broken hairs.
Yellow dots and vellus hairs are present in severe,
late-stage disease.>*>

AA is a dynamic disease and histopathologic
findings will vary with the disease stage.
Horizontal and vertical sections are essential for
an assessment. In early alopecia areata, anagen
hairs show an inflammatory infiltrate of (D4+
and (D8+ T-cells, mainly around and within the
hair bulb. Skin biopsies from the edges of active



alopecia areata have shown increased number of
follicles in the catagen and early telogen phases,
as well as miniaturization.” In chronic alopecia
areata, follicles below the level of the sebaceous
glands are miniaturized and can have telogen or
anagen characteristics. Pigmentary incontinence
in the follicular dermal papillae and degeneration
of the hair bulb epithelium may be present.***

There are no treatments approved by the Food
and Drug Administration for alopecia areata. A
recent meta-analysis reviewed 17 studies and
included 540 participants with alopecia areata.”
The authors assessed a range of topical and
oral interventions and, overall, none showed
significant treatment benefits in terms of hair
growth when compared to the placebo. Despite
the lack of evidence, authors recommend
management depending on patient’s age and
disease severity and duration. Topical therapy
(e.g., corticosteroids, anthralin) are preferred for
patients younger than 10 years old. Intralesional
triamcinolone acetonide (2.5-10 mg/mL)
is a common practice in children and adults.

Oral mini-pulse therapy of steroids and other
immunosuppressants such as methotrexate are
reported in the literature.

Diphenylcyclopropenone is the contact
sensitizer of choice in alopecia areata. Other
recent therapies include topical and oral
janus-kinase inhibitors, such as tofacitinib and
ruxolitinib.%6-8

Frontal fibrosing alopecia. Frontal fibrosing
alopecia (FFA) is a variant of lichen planopilaris
(LPP) characterized by a progressive scarring
affecting the frontotemporal hairline. Some
authors suggest it may be a distinct entity, which
shares histopathologic findings with LPP.%®

FFA is clinically characterized by a progressive
band of hair loss affecting the frontal and/
or temporal hairline (Figure 5). Involvement
of the eyebrows is common. Unique areas of
involvement in men are sideburns and facial
hair.¢' The pseudo-fringe sign is characterized
by more pronounced hair loss in the temporal
area with sparing of the hairline; this should
be distinguished from the fringe sign seen in
TA.%2 Perifollicular erythema and white scale are
markers of disease activity.®' Hair shedding varies
by patient and hair pull test is positive for anagen
hairs.*

Recently, diagnostic criteria for FFA were
proposed; the presence of two major criteria or
one major and two minor criteria are necessary
for diagnosis. Major criteria include predominant

involvement of scarring hair loss of the frontal
and/or temporal hairline and histopathologic
features consistent with FFA/LPP, while minor
criteria include involvement of other sites (i.e.,
eyebrows, sideburns, facial hair, eyelashes),
associated lichen planus at other body sites,
noninflammatory facial papules, and preceding
symptoms at areas of involvement (pruritus or
pain).®" Eyebrow involvement can be present
in 73 to 81 percent of patients; therefore, some
authors suggest this should be considered a
major criterion. Trichoscopic findings have been
shown to aid in the diagnosis of FFA; therefore,
they are considered as minor criteria by some
authors.®

Since FFA is considered to exist within the
spectrum of LPP, both diseases share trichoscopic
features. The most common findings in FFA
include the absence of follicular openings and
mild perifollicular scale.’®5*5 The presence of
lonely hairs and an absence of vellus hairs in the
frontal hairline have been reported as potential
clues for FFA.% Perifollicular erythema may
occasionally be present as well as single-hair
openings at the hair-bearing margin.® An
ivory-white to ivory-beige background has been
reported.% Pink-gray and gray dots are features
that may be observed in the lateral eyebrows.*%

Histopathologic findings include prominent
perifollicular fibrosis and lymphocytic
inflammatory infiltrates in a lichenoid pattern
with spared interfollicular epidermis. On
horizontal sections, prominent onion-skin
fibrosis with peri-infundibular and peri-isthmus
lymphocytic infiltrates may be observed. External
outer root sheath shows vacuolar degeneration
of the basal layer and mild keratinocyte
degeneration.®*' Eosinophilic necrosis of cells
on the external root sheath and sparing of the
interfollicular epidermis are distinctive of FFA.% In
FFA, loss of sebaceous glands is an early finding,
which helps to differentiate from late-stage TA.™

Similar to other hair loss conditions,
interpreting the efficacy of therapeutic options
is difficult in FFA due to the lack of well-
designed randomized controlled trials. However,
combination therapies appear to be the standard
therapy for FFA. Intralesional corticosteroids
seem to be the first-line therapy, decreasing
symptoms and achieving arrest of hairline
recession.®®# Qral antibiotics such as doxycycline
(100mg twice daily) have shown efficacy.”
Hydroxychloroquine (200mg twice daily) has
demonstrated variable efficacy in multiple
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FIGURE 5. Bitemporal hair loss in biopsy-proven frontal
fibrosing alopecia

FIGURE 6. CCCA in the left temporal scalp

case series.”"2 Medications such as finasteride
(2.5-5mg daily) and dutasteride (0.5mg daily)
resulted in disease stability and mild regrowth in
33 to 70 percent of patients with FFA.7"7-76

Central centrifugal cicatricial alopecia.
Central centrifugal cicatricial alopecia (CCCA)
is the most common cause of scarring hair
loss in African-American women.”7® Disease
onset can present in the late second or third
decade of life; however, many patients seek
treatment once their hair loss has progressed.
The etiology remains unclear; however, hair care
practices such as hot combs, chemical relaxers,
and traction styles have been implicated as
contributors to CCCA.””7 Genetic factors, such
as PADI13 gene mutations, are also thought
to play a role in disease susceptibility and
progression.’%

Hair breakage can be the first sign of early
(CCA before hair loss is even perceived.®' The
hair loss typically starts in the vertex and slowly
progresses centrifugally. However, CCCA can also
present as irreqular patchy alopecia involving




FIGURE 7. Seborrheic dermatitis in a patient with bitemporal thinning, pre- and posttreatment

the temporal and/or occipital scalp.® Follicular
pustules can be seen in early disease, along
with erythema and peripilar scale. Symptoms
that present in CCCA include tenderness and
pruritus. Early signs (e.g., hair breakage)

and symptoms (e.g., tenderness, pruritus)
suspicious for CCCA should be evaluated early
on to optimize treatment. The hair pull test is
usually negative.”®® CCCA can coexist with other
nonscarring hair loss conditions (Figure 6).

Dermatoscopic findings reported in 51
women with CCCA revealed that peripilar
white-gray halo was present in 94 percent
of patients, with 94-percent sensitivity and
100-percent specificity.#*# This finding
corresponds histopathologically to lamellar
fibrosis surrounding the outer root sheath.3
QOther dermatoscopic features include honeycomb
pigmented network (present in 96% of patients),
terminal hairs (100%), vellus hairs (94%),
pinpoint white dots in the interfollicular scalp
(76%), white patches (67%), perifollicular
erythema (61%), and peripilar and interfollicular
scale (46%) 3%

Histological features include decreased
terminal hair follicles, increased and widened
fibrous tracts, and peri-infundibular lymphocytic
infiltrates. Premature desquamation of the inner
root sheath is seen in early disease.®' In late
stages, one may observe the loss of sebaceous
glands and hair follicles with prominent fibrosis
of the dermis. &%

The main goal when treating CCCA i to halt
disease progression. Providers should encourage
patients to modify hair-grooming practices,
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especially if they trigger active disease.’ Topical
corticosteroids, calcineurin inhibitors, and
intralesional triamcinolone acetonide have been
reported to decrease the inflammatory process.
Oral antibiotics such as tetracycline can slow
disease activity. Topical minoxidil may also be
helpful in CCCA.%6

Seborrheic dermatitis. Seborrheic
dermatitis is a chronic, relapsing skin condition
affecting 1to 3 percent of immunocompetent
adults.¥ Disease onset is polyphasic, occurring
in infants within the first three months of life,
in adolescents and young adults, and again in
patients older than 50 years.*’ The literature has
a litany of pseudonyms for the condition (e.g.,
dandruff, sebopsoriasis, seborrheic eczema,
and pityriasis capitis), which underscores
the complexity of the disease process.® Its
etiology is thought to be multifactorial, with
both endogenous (hormone levels, Malassezia
infection, immune response, neurogenic factors)
and exogenous (drugs, cold weather, stress)
factors at play.¥

(linically, seborrheic dermatitis presents as
erythematous plaques with large, greasy scales
in adults; however, the disease may also present
with fine scale without significant erythema
in some patients. These lesions typically
appear in areas of increased sebaceous activity
such as the scalp, hairline, eyebrow, glabella,
nasolabial folds, ears, upper chest, back, axillae,
umbilicus, and groin.¥ In adults, the lesions
on the scalp typically present as symmetric,
mild desquamation to honey-colored crusts,
distributed along the frontal, temporal, parietal,

and occipital regions of the scalp. These lesions
may extend unto the forehead as a scaly border
known as corona seborrheica (Figure 7).% In
infants, the lesions are reddish-yellow plaques
covered by thick, greasy scales on the vertex of
the scalp occurring in most patients by three
months of age.” Pruritus is a common complaint
among adult patients with seborrheic dermatitis,
especially in those with scalp involvement.

Hair loss is often associated with seborrheic
dermatitis.

Common trichoscopic findings of seborrheic
dermatitis include arborizing red lines, hidden
hairs, perifollicular white scale, twisted red loops,
atypical red vessels, structureless red areas,
glomerular vessels, yellow dots, perifollicular
pigmentation, signet ring vessels, comma
vessels, honeycomb pigment pattern, and brown
dots. In a study of 112 patients with seborrheic
dermatitis, arborizing red lines and comma
vessels were the most distinguishable findings
via video-dermatoscopy when comparing
seborrheic dermatitis to alopecia and scalp
psoriasis.”" In a similar study involving 41 patients
with seborrheic dermatitis, arborizing vessels and
atypical red vessels in the absence of red dots and
globules were common findings.*>*3

Histologic features of seborrheic dermatitis
are the classic "spongiform" appearance
with associated edema, increased epidermal
proliferation, and focal parakeratosis, as seen in
seborrheic dermatitis associated with acquired
immune deficiency syndrome.® An enhanced
neutrophil presence at the margins of follicular
ostia is also notable.”*

Despite its prevalence in the general
population, the pathogenesis of seborrheic
dermatitis remains poorly understand. There
are three popular theories in regard to its
pathogenesis. The first theory postulates that
Malassezia yeast, which is native to the skin flora,
is responsible for seborrheic dermatitis given
patients' responsiveness to antifungal therapy.
The second theory postulates that seborrheic
dermatitis is primarily an inflammatory disorder
with increased cell turnover, scale production,
and inflammation in the epidermis.?” The third
theory postulates that a failure to suppress an
inflammatory response to a surface yeast leads to
an immune reaction and, thus, the development
of seborrheic dermatitis.”

Although seborrheic dermatitis has no cure,
there are a variety of options available to treat
symptoms effectively. The goal of care is to



TABLE 1. Clinical differential diagnosis of bitemporal hair loss

ALOPECIATYPE HISTORY OF HAIR LOSS CLINICAL CHARACTERISTICS DERMOSCOPY
) . Detailed history of harsh hair styling, chronic Perifollicular erythema, papules/pustules, fringe  Hair casts, peripilar sign, absence/presence of
Traction alopecia . . . .
onset sign, (++) hair pull test follicular openings
Detailed medical history: surgeries, drugs, Limited value, single hair units, peripilar
Telogen effluvium pregnancy, chronic diseases, thyroid disease, etc.; Hair shedding, (+-+) hair pull test sign, upright regrowing hairs, no differences
acute/chronic onset between frontal vs. occipital scalp
Farily history of male/female patteen haifloss Hair thinning with/without patches, m|d||ne,.Iess Mlmatungatl.on, peripilar sign, yellow dots, .
FPHL ) common frontotemporal scalp; usually (-) hair single-hair pilosebaceous units, more than six
chronic onset A
pull test vellus hairs
. ’ . ) iy Ios§, smooth/sllg’htly grythematous Black dots, exclamation mark hairs, broken
Alopecia areata History of autoimmune disease, acute onset scalp, (+/-) hair pull test; nails: pitting and/or ) . .
. hairs, yellow dots, vellus hairs, tapered hairs
trachyonychia
Absence of follicular openings, mild
Hair loss of eyebrows, sideburns, facial hair, Pseudo-fringe sign, perifollicular scale, perifollicular concentric scale, perifollicular
LPP/FFA - . - L
eyelashes perifollicular erythema, (+/-) hair pull test erythema, lonely hairs, ivory-white or ivory-
beige background; eyebrows: pink-grey dots
— : Hair breakage, hair loss on vertex, bitemporal or Pfenpllar white-gray halo, .honeyc.omb
Family history of CCCA; care practices: hot combs, . . pigmented network, terminal hairs, vellus
(CCA : ) occipital scalp, pustules, erythema, (-) hair pull L . .
chemical relaxers, traction styles - hairs, pinpoint white dots, perifollicular
erythema peripilar and interfollicular scale
History of underlying neurologic disease or Symmeric, erythematous thick greasy .scales Branching vessels, enlarged dilated capillaries
. " . ) along the frontal, temporal, vertex, parietal, . . ; .
Seborrheic dermatitis immunodeficient state, recurrence of scaly - X . in dermal papillae, atypical red vessels in the
. . and occipital regions of the scalp; complaints of
lesions; chronic onset . ) i absence of red dots and globules
pruritus; -+/- associated hair loss

FPHL: female pattern hair loss, LPP/FFA: lichen planopilaris/frontal fibrosing alopecia, CCCA: central centrifugal cicatricial alopecia

control acute flares and maintain remission with
long-term therapy. Patient’s age is critical to
assess prior to medication selection. Mainstay
treatments for seborrheic dermatitis include
topical antifungals (ketoconazole), topical
steroids (hydrocortisone), topical calcineurin
inhibitors (tacrolimus, pimecrolimus), and
keratolytics (selenium sulfide, tar, lithium
succinate). In cases of refractory and/or
widespread seborrheic dermatitis, intralesional
steroids and oral therapies, such as itraconazole,
may be prescribed.’

CONCLUSION

Bitemporal alopecia is a challenging
condition, due to the broad differential diagnosis.
(linical and dermatoscopic characteristics to
be considered are summarized in Table 1. The
coexistence of different types of hair loss can
be present; the most common conditions are
presented in Table 2. Preventing further hair loss
is essential in all types of hair loss, especially
in those patients with scarring conditions;
therefore, prompt diagnosis is essential.
Detailed medical history, grooming practices,
dermatoscopic features, and histopathology can
aid in the diagnosis of bitemporal hair loss.
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